A case of partial lipodystrophy developing anterior pituitary insufficiency, chronic glomerulonephritis and pulmonary fibrosis was reported.
Partial lipodystrophy is an uncommon disease developing with slowly progressive symmetrical loss of subcutaneous fatty tissue which initially involves the face and later progresses down to the trunk to the area above the pelvic region. In contrast to the clinical features of total lipodystrophy, the association of other disorders with partial lipodystrophy appears to be rare or fortuitous. However, if other diseases are present, there is a high incidence of some form of renal disease (Senior and Gellis 1964; Jeune et al., 1965; Lajouanine et al., 1968; Eisinger et al., 1972) which accounts for 25-50% of associated disorders. Other associations include abnormalities of glucose and lipid metabolism (Piscatelli et al., 1970; West et al., 1974) , abnormality of growth hormone secretion, (Tzagournis et al., 1973 ) thyroid disorder (Murray, 1952) and pancreatitis with recurrent eosinophilia, (Boucher et al., 1973; Smith et al., 1975) or hepatomegaly (Senior et al., 1964) .
Recently, the authors attended a male patient with partial lipodystrophy associated with hypopituitarism, chronic glomerulonephritis and pulmonary fibrosis.
The patient died of respiratory failure secondary to pituitary crisis which was precipitated by a Metopirone test during the hospital course. The autopsy revealed a marked atrophy of the pituitary gland, probably due to the post-traumatic necrosis of the gland after the patient sustained a head injury in a car accident. This paper deals with the clinical and postmortem findings of this particular patient. Before the age of 21, the patient was rather obese and his face was round as shown in a photograph ( Fig. 1) . At the age of 22 he suered from syphilis but recovered from it without residual symptoms with antiluetic therapy for six months. Since his marriage at age 27, his face became thin and orbital shrinking became prominent. Around age 37, the patient became much thinner, but the adiposity in the lower extremities was rather excessive and he often complained of a sore thigh.
The patient was otherwise well and had children at age 37 and 39. In November 13, 1969, at age 43 he sustained head and whole-body contusions in a car accident. At that time he lost consciousness for several hours, but neither bleeding from the ear nor neurological signs and symptoms suggestive of cranial nerve injuries were noticed.
Since that time he often complained of nausea and vomiting with general malaise. At age 43, the patient was suspected to have pulmonary tuberculosis and treated with antituberculous drugs for 2 years. However, his complaints never im- Post-mortem findings (Fig. 4, 5 ): At autopsy the most remarkable changes were observed in the pituitary and adrenals. The pituitary gland decreased to one third of normal in size, and microscopically extensive infradiaphragmatic scarring with focal calcification was present. No pathological findings were found in the other regions of the brain, including the hypothalamus. The posterior lobe revealed partial softening.
The adrenal glands were also markedly decreased in size and" paper thin", weighing 1.5g each.
The atrophy of the gland was especially pronounced in for the cause of eosinophilia, gamma globulinemia and high erythrocyte sedimentation rate. As a possible cause of hypopituitarism in this case, the head injury due to the car accident was thought to be the most plausible one. In fact, the autopsy findings demonstrated that the pituitary gland was extremely atrophic in both anterior and posterior lobes, which was thought to be the result of tissue destruction with hemorrhage due to hypophysioportal circulation disturbance following the car accident. No pathological lesions similar to those in the pituitary gland were found in the other regions of the brain, including the hypothalamus. It has been generally believed that hypopituitarism after head injury is a rare disease (Altman and Pruzaski, 1961) . However, a few reports (Cehallos 1966; Kornblum and Fisher, 1969) have pointed out that pituitary lesions after head injury are far more common than generally recognized. Moreover, some authors (Asano and Kubo, 1974; Morimoto et al., 1974) have given warning that a recent increase in traffic accidents could increase the incidence of posttraumatic hypopituitarism.
Shock of circulatory failure accompanied by head injury has been considered to be the pathogenesis of anterior pituitary lesion. Kornblum and Fisher (1969) described that there was no correlation of the occurrence of pituitary necrosis after head injury with the severity of the trauma and the type and location of the injuries, and that ischemic necrosis occurred consistently in instances of shock accompanied by severe swelling of the brain and pituitary.
It is evident that partial lipodystrophy is etiologically independent of the occurrence of hypopituitarism, because the patient had 2 children at the age of 37 and 39, during which period the signs of partial lipodystrophy were progressing. Although a renal disease, proceeding rapidly to the terminal renal failure or hypocomplementemic glomerulonephritis (Ljunghall et al., 1974) , and eosinophilic gastroenteritis or recurrent pancreatitis associated with partial lipodystrophy have been reported (Smith et al., 1975) , the authors think that eosinophilia in this case was a consequent phenomenon of the secondary adrenal insufficiency, because autopsy revealed no histological findings characteristic of eosinophilic syndrome. Glomerulonephritis associated with partial lipodystrophy has been described to show variable histology and to develop hypocomplementemia (Ljunghall et al., 1974) . In our case, there was no data suggesting the role of complement system clinically and no immuno-histological evidence for deposition of immunoglobulin in the renal tissue. So the pathogenesis of the renal disease could not be elucidated in connection with the fatty tissue disorder.
The etiology of pulmonary fibrosis in our case also remained unresolved. Neither the pathohistological findings characteristic of tuberculosis nor those of collagen diseases were found.
